Tumor suppressors function as a bottleneck against cellular reprogramming into iPS cells Hypothesis
It has been shown that a combination of four factors, such as c-Myc, Oct-4, Sox-2, and Klf-4, or Oct-4, Sox-2, Nanog and Lin28, is required for reprogramming of differentiated cells into pluripotent stem cells.
However, reprogramming efficiency appears to be very low (<0.5%), suggesting that genes that are expressed in differentiated cells inhibit reprogramming.
Therefore, I hypothesized that tumor suppressor genes could suppress reprogramming of differentiated cells into iPS cells. • Bioinformatics analysis of m/hTRIM32 promoter revealed more than five p73/p63 binding sites in the TRIM32 promoter, indicating that it could be a transcriptional target of TA-p73/p63 (Table 1) . This data suggests a possibility that the TA-p73/p63, by increasing the expression of TRIM32, it could increase the Ago1/2 activity and thereby it could increase the processing of miR-134. homologue TA-p73/p63 function is indispensable for improving reprogramming efficiency.
